Introduction
0.86 mmol/l, magnesium 0.9 mmol/l. A remarkable metabolic alkalosis was present: pH 7.58, HCO 3 40.4 mmol/l, BE+18.4 mmol/l. The proteinuria was Bartter's syndrome is a rare disorder manifested by 0.8 g/day and the urine sediment was normal. The primary inherited renal tubular hypokalaemic metaurinary electrolyte excretion per 24 h was: phosphorous bolic alkalosis, marked elevation in plasma renin and 16.4 mEq/day, potassium 98 mEq/day, sodium 122 aldosterone activity, pressor insensitivity to angiotensin mEq/day, chloride 67 mEq/day and calcium 1.74 g/day. II and normal or low values of plasma sodium, plasma
The renal concentrating capacity was disturbed. chloride, low blood pressure and hyperplasia of the Positive antinuclear antibodies were found: assDNA juxtaglomerular apparatus [1] . It is now evident that 2+, adsDNA 3+, aSm 2+, circulating immune comthis syndrome does not represent a unique entity but plexes 13.0 U (normal reference values <3 U ). ANCA, encompasses a variety of disorders of renal electrolyte aRNP and aSS-B were negative. Components of comtransport [2] . A case of Bartter's syndrome with severe plement and cryoglobulins were normal. Marked elevahypokalaemic alkalosis, hyperaldosteronism and hyptions of the aldosterone and renin plasma levels were erreninaemia with low blood pressure, associated with found. While abdominal ultrasonography showed ANCA-negative vasculitis and minor glomerular hyperechogenic kidneys, the abdominal computerized changes is discussed. After therapy with steroids, tomography was normal. To clarify the nature of the plasmapheresis and cyclophosphamide, potassium supdisease kidney, skin-muscle biopsies were performed. plements and Aldactone A the condition of the patient In the kidney minor glomerular abnormalities with mild improved and became stable. No relapse of the immune mesangial proliferation were observed. Part of the activity of the vasculitis was detected during the period tubules showed thick basement membranes. Few interof observation.
stitial infiltrates were detected. No changes in the vessels were found. Immunofluorescence was negative. In the skin biopsy, infiltrates in the deep part of the derma Case with lymphocytes, macrophages and plasmatic cell surrounding the arterioles, capillaries and venules were A 25-year-old woman was referred to our clinic 1 week observed. In the hypoderma the vessels showed thickenafter severe tetany associated with hypokalaemia. One ing walls with stenosis of the lumen and mononuclear year before that incident she had muscle weakness, infiltrates. The diagnosis from the skin biopsy gave fatigue, brief episodes of polyarthralgia, but systemic evidence for a chronic vasculitis of the small vessels of examinations were not carried out. No drug abuse the derma and hypoderma without immunofluoresconnected with hypokalaemia was reported. The cence depositions. patient had consumed more than 2 l milk daily for many years. The blood pressure was 110/80 mmHg.
Clinical evolution Chest, heart and abdomen examinations were normal. At presentation the following results were obtained: The patient received pulse therapy with cyclophos-WBC was 10.3×109 (41% lymphocytes), haemoglobin phamide (10 mg/kg i.v.), followed by 1 mg/kg for 2 107 g/l, RBC 3.6×106, serum creatinine 128 mmol/l, weeks, but later the drug had to be stopped because of an increase in the concentrations of liver enzymes. Correspondence and offprint requests to: Dr B. Deliyska, Clinical Prednisone (1 mg/kg) was applied for 6 months after 4×1 l plasmapheresis sessions on alternative days were this explanation in the fact that remission of the vasculitis with immunosuppression was associated with a performed. After each plasmapheresis 125 mg methylsignificant improvement in the clinical and laboratory prednisolone i.v. was applied. She was advised to reduce findings of Bartter's syndrome. the milk and dairy products in her diet. 1997; 15: 1407-1413 is hypokalaemia, hypomagnesaemia and alkalosis with 12. Greger R. Molecular pathophysiology of inborn renal Na+ elevated urinary excretion of potassium and magnesium transport defects. Kidney Blood Press Res 1998; 21: 222-225 and diminished calciuria and impaired renal conserva-13. Schweizer J, van Collenburg JJ. Five children with hypokalemia, hypomagnesemia and hypocalciuria (Gitelman syndrome) in one tion of potassium and magnesium [13, 14] Gakkai-Shi 1998; 40: 309-314 the onset of the vasculitis. We speculated that the
